). EcoM1-M cells repression by RD-N, suggesting an additional involvein ChIP experiments. In concert, these findings suggest that DP103 serves as an adaptor protein that nucleates ment of Sin3 corepressor complexes.
When linked to the GAL4 DNA binding domain, DP103 the assembly of a novel corepressor complex required for function of METS RD-N. exhibited intrinsic repressor activity on the UAS-TK (Figure 5A) . This activity was mediated by the unique To determine whether DP103 was required for METSmediated inhibition of DNA synthesis, microinjection ex-C-terminal domain of DP103, which was found to interact with METS, N-CoR, Sin3A, and histone deacetylase periments were performed in Rat 1 fibroblasts using recombinant GST-METS and affinity-purified anti-DP103 2 (HDAC-2) in GST pull-down assays ( Figure 5B) . To test the functional importance of these interactions, the IgG. Microinjection of this IgG reversed the inhibitory effects of METS on EGF-dependent incorporation of effects of nuclear microinjection of specific antibodies on the transferable repression activity of DP103 were BrdU ( Figure 6A ). In the presence of anti-DP103 antibody, the antiproliferative effect of METS could be reevaluated in Rat 1 cells using the GAL4 system. Microinjection of affinity-purified antibodies specific for N-CoR, stored by injecting recombinant GST-DP103␤ that contains the C-terminal repressor domain. In contrast, an SMRT, Sin3A/B, HDAC-2, and HDAC-5 abolished or significantly reduced repression activity ( Figure 5C ). In N-terminal fragment of DP103 containing only the RNA helicase domains was ineffective in rescuing the METSagreement with these findings, HDAC-2 and HDAC-5 were coimmunoprecipitated from whole-cell extracts of mediated cell cycle arrest ( Figure 6A) . Hence, the DP103 repressor domain was required for the METS-dependent E2A-Pbx1-immortalized bone marrow progenitor cells using a DP103-specific antibody ( Figure 5D ). These findblock of cell proliferation. ings are also consistent with the ability to detect METS, HDAC2, and HDAC5 bound to the c-Myc promoter in Antiproliferative Effects of METS Require pRb Family Proteins terminally differentiated macrophages ( Figure 3G) et al., 2000) . The present studies suggest
